A patient who presented with typical diabetic exudative and proliferative retinopathy, but had normal standard glucose tolerance, is described. It was concluded that in such cases the diabetes was probably latent, the retinopathy being discovered during a period of natural or induced remission when glucose tolerance had reverted to normal.
Various histological (Siperstein, Norton, Unger, and Madison, I966; Siperstein, Unger, and Madison, I968; Siperstein, Unger, and Madison, 1970) biochemical (Camerini-Davalos and Cole, I970; Goto, Toyota, Takaku, Sato, and Irie, 1970) , growth hormone (Soeldner, S6nksen, Gleason, and Boden, I97I) and insulin secretory (Cerasi and Luft, I967) abnormalities have been reported in 'pre-diabetics' who, by definition, have normal standard glucose tolerance. Despite this, however, there have been only a few reports of typical diabetic complications, particularly retinal (Collens, Silverstein, and Dobkin, I959;  Levine, I96I; Linner, Svandborg, and Zelander, 1965; Johansen, I969; Siperstein, I969) or renal (Collens and others, 1959;  Linner and others, I965) angiopathy occurring in such subjects.
A patient who presented with typical diabetic exudative and proliferative retinopathy, but had normal standard glucose tolerance, is described. It was concluded that in such cases the diabetes was probably latent, the retinopathy being discovered during a period of natural or induced remission when glucose tolerance had reverted to normal.
Case report A 62-year-old woman was referred by her family doctor because of visual impairment which had developed gradually during the previous year. There had been no previous hospital admissions and apart from her presenting complaint she was asymptomatic. She had been obese since her teens, had not been known to be hypertensive, nor at any time in the past had she noted symptoms suggestive of diabetes mellitus. An older sister aged 71 years was a known maturity-onset diabetic attending the same clinic; she had been registered blind as a result of progressive exudative and proliferative diabetic retinopathy which had been present at diagnosis io years previously.
On examination, the patient was markedly obese, weighing 86 (Table I) . Intravenous tolbutamide (Unger and Madison, 1958) , and cortisone augmented glucose tolerance tests (Fajans and Conn, I954) were likewise normal (Table I) .
A renal biopsy showed, on light microscopy, hyaline changes in the arterioles compatible with hypertension, but, unfortunately the tissue obtained was inadequate for a satisfactory assessment of diabetes.
The hypertension was controlled with debrisoquine 45 mg daily and treatment was begun with clofibrate, 2-0 g daily, for the exudative element of the retinopathy (Duncan, Cullen, Ireland, Nolan, Clarke, and Oliver, I968; Cullen, Town, and Campbell, I974 (Table I) .
Discussion
There is a paucity of reports of typical diabetic retinopathy in patients with normal glucose tolerance (Table II) (Anderson, I966) .
There have been reports of minimal capillary basement membrane changes in various tissues such as ear lobe (Camerini-Davalos, I965) and muscle (Siperstein and others, I966, I968, 1970) in 'pre-diabetics'. The demonstration of impaired insulin release in the close relatives of diabetics who have normal standard glucose tolerance (Cerasi and Luft, I967), suggests that biochemical abnormalities may be present for some time before the development of overt diabetes and it is possible that the basement membrane changes are secondary to these. Ilowever, Bloodworth, Engerman, Camerini-Davalos, and Powers (1970) also using thigh muscle biopsies found no difference between the capillary basement membrane thicknesses in 'pre-diabetics' and their controls. 0sterby (1970, 1972) failed to demonstrate significant basement membrane thickening in glomerular capillaries from recently diagnosed young diabetics, in whom the date of onset of diabetes could accurately be obtained. By studying successive renal biopsies during the next 2 1-years, however, she showed a progressive increase in basement membrane thickness.
The patient we describe had a retinopathy which showed the typical combination and distribution of features characteristic of diabetes and with no evidence of veno-occlusive disease, hyperviscosity syndromes, retinal vasculopathies, or other conditions known to produce changes which may resemble diabetic retinopathy. The fact that a sister, with confirmed diabetes, had similar retinal changes at diagnosis may indicate an enhanced familial predisposition to diabetic retinopathy. In such cases the patients are probably latent diabetics, 
